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^JLung cancer and passive smoking 

Sir, —Your article by Professor Nicholas Wald 
and others (8 November, p 1217) on passive 
smoking andi lung cancer contained a statistical 
analysis which was essentially repeated in a report 
of a committee of the National Research Council of 
the UnitediStates. Professor Wald was a member of 
that committee and apparently was the principal 
architect of the epidemiological aspects of that 

work. 1 - : . 

A contemporaneous survey of epidemiological 
studies on passive smoking and lung cancer was 
given' in an: editorial bv Bloc and Fraumeni in the 
Journal of the National Cancer Institute. 2 The 
published reports covered by Professor Wald and 
colleagues and by Blot and Fraumeni largely 
overlapped'. Substantially similar estimates of 
relative risk were arrived at. T34 or 1*35,, and in 
both cases were nominally significant. 

Similar concerns about bias were expressed, 
specifically that women reporting themselves as 
non-smokers might actually be active smokers or 
ex-smokers and that non-smoking women not 
exposed 1 to smoking at home might still have some 
exposure away from home. Other possibly more 
serious biases in the studies conducted were not 
considered. (These include publishing bias: if an 
investigator got a weakly or insignificantly negative 
result for the rolfe of passive smoking in lung cancer . 
would he bother submitting it for publication? 
And if he did, would it be accepted? There seems 
to be a tendency towards accepting uncritically or ■ 
less critically manuscripts which are on the right 
side of the fence on the issue of passive smoking.) 

Consideration of the first of these two biases led 
to a reduction in the estimated reladve risk from 
1*35 to 1*30 for the paper of Professor Wald and his 
colleagues but from 1*34 to 1*15 in the Nadonal 
Research Council report. This .source of bias 
. cannot fully account for the excess over unity of the 
■ reladve risk, albeit the Nadonal Research Council 
report suggests that statistical significance would 
no longer obtain. And the possibility of other 
biases is noted. . 

The two survey studies make differing adjust¬ 
ments for exposure to passive.smoking away from 
home. While Professor Wald and his colleagues 
make an upward adjustment of 18%, from a 
relative risk of 1*30 to 1*53, the Nadonal Research 
Council report makes an upward adjustment of 
only 8%, from 1 * 15 to T24. 


For assessing stadsdcal significance, this last 
adjustment is not relevant. It presupposes, that 
passive smoking does increase risk, for if it did 
not the adjustment would not be needed. But 
relevance would attach if one wished to estimate 
the toll in lung cancer attributable to passive 
smoking. .. 

_The Nadonal Research Council report notes a 
study by Jarvis el al on biochemical markers of 
smoke absorption. 3 From that work one would 
have to judge that the claim of being a non-smoker 
was more frequently false than has been allowed 
for in the bias adjustments that have been made. 
Also* the data on cotinine concentrations in the 
plasma, saliva, and urine reported' by Jarvis et al 
suggest that the reladve risk associated with' 
passive smoking would be quite limited, sav of the 
order of 1*05. Passive smokers had, on average, 
cotinine values 0*5% of the way between the level 
for those not exposed to passive smoking and the 
level for aedve smokers. Assuming acrive smoking 
to have a reladve risk of 10* added risk of 900%, the 
predicted reladve risk for passive smoking would 
be 1*045. . 

It is interesting that the Nadonal Research 
Council report shows a predicted reladve risk of 
lT4i based on dosimetric considerations. The 
underlying assumption was that passive 'smoking 
had only 1% of the effect of active smoking. That 
1% effect was then coupled with a reladve risk of 
15, added risk of 1400%, for active smoking. 

In the event, whether the true reladve risk is 
1 *05 or 1 * 14, it is unlikely that any epidemiological 
study has been* or can be, conducted which, could 
permit establishing that the risk of lung cancer has 
been raised by passive smoking. Whether or not 
the risk is raised remains to be taken as a matter of 
faith according to one’s choice. ' ~ 
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